anti-La(SS-B) antibodies were not affected, the erythrocyte sedimentation rate decreased from 32 mm/lst h to 5 mm/lst h within 50 days, accompanied by a parallel decrease in C reactive protein from 22 mg/l to 8-5 mg/l. The beneficial effects lasted for a total of three months. During month 4, moderate joint pain recurred, but it was controlled adequately by NSAID for the ensuing two months. However, at the end of month 6 a severe relapse of arthritis occurred. IVIg treatment was reinstituted, followed again by a distinct relief of joint swelling and pain.
Our observations suggest a beneficial effect of IVIg in a patient with Sj6gren's syndrome associated arthritis, which is one of the most common extraglandular disease manifestations of this symptom complex.7 Although spontaneous remission cannot be excluded definitively, this seems to be unlikely because the clinical improvement closely followed IVIg administration and was reproducible in a flare of the disease. To Osteoarthritis is the commonest joint disorder in Westem populations, and the hand the most frequent site of involvement.' Nodular generalised OA affects the joints of the hand in a symmetrical manner, the most frequent joint groups involved being the DIP and thumb base. In a recent population study,2 the tendency for symmetry was pronounced for both the DIP and PIP joints, and was greater than that for row or ray clustering. For OA affecting the DIP joint, the odds ratio for contralateral involvement of the same joint was 38-8 (95% confidence interval (CI) 14-5-103); for any other DIP in the same hand it was 11-5 (95% CI 7-8-17-0). It is highly likely, therefore, that joint involvement of nodular generalised OA of the hand will be found to be symmetrical.
Asymmetrical OA of the hands has been described occasionally in similar circumstances. In 1947, Stecher and Kamosch described a woman with a median nerve injury of the hand who later developed Heberden's nodes in all her fingers except those supplied by the injured nerve. 3 Stecher also described it in a hand paralysed by poliomyelitis,4 and in 1935 Coste and Forrestier reported a case that occurred after a cerebral accident.5 There is increasing evidence that the nervous system is involved in the development and maintenance of an inflammatory joint response, though most of the studies have been of rheumatoid arthritis. Activation of nociceptors in a joint results, via an axon reflex, in an antidromic response travelling back down peripheral fibres that terminate around the bloQd vessels of the joint.6 Inflammatory compoinds are released from these fibres, producing an acute neurogenic inflammation. In vivo antidromic stimulation of articular C fibres is known to lead to vasodilatation and plasma extravasation within the joint.7 It has been demonstrated that the course of adjuvant arthritis can be affected by neurological modification. 8 The underlying mechanism of symmetry in arthritis is likely to be neurogenic, though mechanical factors may also play a part. Excess loading of a joint tends to increase the risk of its developing OA, and it may be hypothesised that paralysis and disuse of a joint would spare it from these effects. In poliomyelitis, for example, a decreased incidence of hip OA was seen in joints on the paretic side compared with both the normal side of the patient and the hips of normal control subjects. 9 The implication is that a reduction in loading accounts for a decrease in the incidence of OA in these affected hips, but weight bearing through a paralysed hip may actually place the joint under greater risk of repetitive trauma and subsequent OA.
If a neurological response is implicated, it is likely that a unilateral noxious stimulus produces a bilateral spinal response via a central reflex arc, mediated by fibres containing neuropeptides such as substance P and calcitonin gene related peptide (CGRP).
Animal work on rats has shown that the induction of an inflammatory stimulus in one joint produces an acute response increase in substance P and CGRP in both the ipsilateral and contralateral dorsal horns.'°It may be that the role of this mechanism is to protect the contralateral side from a similar insult by means of a pre-emptive release of inflammatory mediators.
Generalised nodular OA is striking in its symmetry. The case presented suggests that a purely mechanical cause for this is unlikely, and that the development of a symmetrical distribution appears to depend on an intact nervous system. 
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